There are few studies of the course of this disease.
Dilated cardiomyopathy' causes considerable mortality and morbidity throughout the world. Despite extensive investigations the aetiology and course of this condition remain incompletely understood. The most likely aetiological factors are a genetic defect or some environmental factor causing progressive myocardial cell damage. Evidence for a genetic defect is slim in the usually sporadic cases of this condition, whereas several environmental factors are associated with dilated cardiomyopathy.2 The most convincing evidence for an environmental aetiology comes from Keshan cardiomyopathy3 4-a form of dilated cardiomyopathy endemic to the Keshan region of China. This has been causally linked with a deficiency of selenium. Sporadic reports from the United States also implicate selenium deficiency in the aetiology of dilated cardiomyopathy in nonChinese populations.56 Links between the disease and other environmental factors are inconsistent.
There are few studies of the course of this disease. diomyopathy in a population of 350 000. This gives an annual incidence of 2-0/100 100 population. This is almost certainly an underestimate because some cases will have been referred to other physicians. The case incidence remained fairly constant at six per annum except for 1977 when there was a threefold increase.
Age, sex, and race
The ages at time of catheterisation ranged from 22 to 74 years with a mean (SD) of 50-15 (10-64) years. Eighty one per cent of the patients were men and 86% were white; the remainder were Maori. The number of Maoris was disproportionally high because only 2% of the total referral population were Maoris.
Social and educational status
The majority of the study population were unskilled labourers but there were very few unemployed Dilated cardiomyopathy people (table 1) . Executive, managerial, and professional classes were conspicuously absent and only one person had a university degree.
CLINICAL FEATURES
Presenting symptoms The commonest presenting symptom at the first cardiac admission was dyspnoea. Table 2 shows the other major symptoms.
Physical examination The commonest physical finding was cardiomegaly. Table 2 Selenium deficiency was first described as a cause of myopathy (including cardiomyopathy) in New Zealand lambs.33 3 Our referral population comes from an area which has one of the lowest soil selenium contents in the country. The human equivalent of this animal cardiomyopathy is Keshan dis-100 -O.. Years since first cardiac admission studies-only the intercept is different. This suggests that the attrition rate in all these series is the same; the different intercept indicates that the series with shorter survival had included patients with more advanced disease. A similar difference in prognosis between major teaching hospitals and district hospitals has been reported for hypertrophic cardiomyopathy. 39 Survival was unrelated to sex or to race. Increasing age was associated with a poorer prognosis. This observation was also made by others'7 23 but denied by some.40 Cardiac size on the chest radiograph emerged as the best predictor of prognosis in this series as in several others. 16 17 The adverse prognostic significance of atrial fibrillation'6 was also confirmed. The predictive value of haemodynamic measurements was disappointing, particularly that of the left ventricular ejection fraction. This is a much debated point; some find it of great value40 while others do not.23 The same is true of myocardial histology. Like others we did not find that the results of myocardial biopsy added further prognostic information,22 but there are reports that histological changes are independent predictors of survival. '8 41 These patients die either of progressive cardiac failure or of sudden unexpected death presumably caused by an arrhythmia. There is disagreement about the proportions of deaths caused by these two mechanisms. Our findings were similar to those of Johnson and Palacios who reported a 45% frequency of sudden death in their series. 23 Segal et al reported a 29% frequency of sudden death,'6 but they also reported that an additional 10% of their deaths were caused by arrhythmias. Sudden death is undoubtedly common in these patients.
The course of the disease followed three patterns. The first was inexorable decline with death in one to two years. The second was deterioration followed by stabilisation and even temporary improvement in some, followed by further decline, the whole course being long drawn out (> 15 years). We have, however, never seen complete recovery in a patient with established cardiomyopathy. The third pattern of natural progress is a variable, often slow, decline ending in sudden unexpected death. This latter course, which often occurs in patients with haemodynamically mild disease, may prevent a close relation between haemodynamic variables and prognosis.
It is difficult to judge the influence of treatment on survival in an uncontrolled study such as this. The only class of drugs that may improve prognosis in heart failure are the angiotensin converting enzyme inhibitors42 and even for these the evidence is slim.
We compared the survival in our patients before Ikram, Williamson, Won, Crozier, Wells 1980, when these drugs first became available to us, with survival after this time. We were unable to show any significant differences; however, the numbers were small. This study shows that the clinical syndrome of dilated cardiomyopathy has virtually the same incidence, aetiology, and course in New Zealand residents as in other European populations. It suggests that some commonly encountered factor or factors are responsible for this disorder.
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